Colorectal carcinoma ranks second only to lung cancer in men and to breast cancer in women in the United States.' The specific carcinogens, however, that cause the colorectal cancers in humans remain unknown. Human papillomavirus (HPV) have been reported to be associated with the genital tract2`S and extragenital tumours"8 in previous studies. Those works have shown that HPVs are associated with premalignant and malignant lesions of the stratified squamous epithelium. Nevertheless, reports of HPV infection in the cancer of the columnar epithelium are few. Recently, Kirgan et al9 '0 have shown HPV antigen and genome in colon neoplasms. We have also found HPV DNA sequences in three cell lines of colorectal cancer from Chinese subjects." These findings might suggest the correlation of HPV with cause of colorectal cancers.
It is uncertain whether HPV DNA acts as a causal agent or a causal passenger in colorectal carcinogenesis. Therefore, the biological activity of HPV DNA in cells has been studied to investigate this issue. 12-7 We extracted the cellular DNA of human colonic cancers to transform NIH3T3 cells and investigated its possible role in colorectal carcinogenesis. series spectrophotometer (Beckman Instruments, Inc, CA, USA) and compared with the absorbance at 280 nm. The DNA absorbance ratio ranged from 1-8 to 2 0.
SOUTHERN BLOT HYBRIDISATION
Filter hybridisation was carried out as described by Southern.23 Briefly, each DNA was cleaved with the restriction enzyme EcoR I and then electrophoresed in 1% agrose gel. After staining with ethidium bromide, the DNA was denatured in situ and transferred to nitrocellulose filter paper (Bio-Rad Laboratories, Richmond, CA, USA) with an electroblot apparatus (Bio-Rad).
To show the presence of human genes in mouse cells, the filters were hybridised with a human DNA marker, Alu family sequences,24 with specific activity ranging 2 x 108 to 2 x 109 cpmI[tg in high stringency conditions, then washed several times at 55°C, and finally exposed to an x ray film by an autoradiographic method at -70°C. In this assay, normal NIH3T3 cells and human leucocytes were used, as negative and positive controls, respectively. After removal of Alu probes, the filters were also hybridised to nick translated 32P-labelled HPV DNA ( NIH3T3 fibroblasts in the cancer cells were estimated. The Table shows results showed that all type II foci of CC-M2T cells were the only positive foci in the DNA hybridisation assay of human Alu family sequences (Fig 2) . These results show that human DNAs integrate only into the type II foci of CC-M2T. CC-M2T that contained Alu sequences was also positive in the hybridisation with 32P-labelled HPV-16 DNA sequences (Fig 3) . Under highly stringent conditions, two important HPV-16 related DNA bands of 7 9 and 2-2 Kb were found in CC-M2T cells. Other cell lines, however, in this assay were all negative.
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